
thrombolysis the treatment may cause intramyocardial
haemorrhage, which may predispose to cardiac rupture. 19

Furthermore, though thrombolytic treatment has been
shown to reduce the size of the infarct and mortality,
improvements in left ventricular function have been less
striking. The reasons for this discrepancy have been a source

of debate, and the traditionally accepted relation between
patency of the coronary artery, myocardial salvage, and
ventricular function has been questioned. Restoration of the
patency of vessels may not in itself be sufficient to restore

myocardial contractile function in all patients. These findings
imply that there is a trade off between the early problems of
thrombolytic treatment and the longer term benefits. They
may also represent a previously hidden manifestation of
reperfusion injury.
The clinical evidence strongly suggests that the components

of reperfusion injury identified in the laboratory are of
practical importance. Myocardial reperfusion may not benefit
all patients and may actually be harmful to some. Components
of reperfusion injury may occur not only in isolation but also
in combination-when more profound consequences might
be expected. The exact mechanisms of reperfusion injury are

uncertain, but they probably include cellular overload of
calcium, osmotic cell swelling, and myocyte or microvascular
damage from cytotoxic free radicals derived from oxygen.
The evidence for this last mechanism comes from inter-
ventional studies designed to show whether agents targeting

the formation offree radicals might protect against reperfusion
injury.20 Direct evidence of the presence of free radicals has
now been provided by electron paramagnetic resonance

spectroscopy and spin trapping techniques in coronary
venous effluent blood, before and after primary angioplasty
reperfusion.21 Nevertheless, confirming the presence of free
radicals does not in itself indicate that reperfusion injury has
occurred or that free radicals are the only mediators of
reperfusion injury. Further clinical studies are needed to
examine closely the relation between free radical generation
and various components of myocardial reperfusion injury.
Only when these data are available can the potential benefits
of adjuvant pharmacological agents in modulating the extent
oftissue injury be determined by randomised clinical trials.
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Racial discri ination in efficine

Equityforpatients is unlikely ifwe don't treat doctorsfairly

There is now considerable evidence that people from minority
ethnic groups are discriminated against at each stage of their
medical careers. 1-9 This week's BMY carries two papers that
point to continuing discrimination on application to medical
school. 1 2McManus et al studied nearly 7000 students who
applied to one of five chosen medical schools in 1991 and
showed that similarly qualified applicants from minority
ethnic groups were 1-46 times more likely to be rejected than
their white peers (p 496).1 Esmail et al found a similar pattern
among all applicants to medical school in 1992 (p 50 1 ) .2 These
papers add to the picture painted by the original reports by
McManus's group on medical school applicants in 1981 and
19863 4and to the report of the Commission for Racial

Equality which showed discriminatory practices in the
admissions procedure at St George's Hospital Medical

6School, London.
Once admitted to medical school the problems do not stop.

A recent report revealed that Asian students at Manchester
University Medical School (mostlyUK born) were more likel-y
than white students to fail final clinical examinations

6despite good performance in their written exams.
Once qualified the discrimination continues. Two surveys

from the late 1980s concluded that, as a group, doctors from
minority ethnic groups had more unsuccessful applications
for jobs, were less likely to be able to pursue their chosen
career, and were more likely to experience long periods
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of unemployment when trying to obtain a registrar post.78
That these difficulties are due, at least in part, to dis-

crimination was shown by Esmail and Everington in 1993.9
They sent matched pairs of curriculum vitae-one bearing
an English name and one an Asian name-in response to 23
advertisements for senior house officer posts. The applicants
with English names were more likely to be shortlisted.

In the late 1980s and early 1990s there was a flurry of
initiatives to combat discrimination in medicine. In 1989
the Universities Central Council on Admissions started
monitoring the ethnic status of applicants. A joint task force
was also set up by the Department of Health and the King
Edward's Hospital Fund for London to report on how to
achieve racial equality in selecting hospital doctors. It
produced guidance for all those involved in selection pro-
cedures in 1990.10 The NHS Executive issued specific
guidelines on equal opportunities in recruitment and selection
procedures in 1991.11. But the papers published in this week's
BMJ, the recent report from Manchester, and the fact
that Esmail and Everington were still able to show overt
discrimination in 1993 indicate that these measures were not
enough. This is partly because the guidelines are voluntary
but also because they have not been linked to any effective
monitoring of their impact.

If we wish to eradicate a systematic problem we need a
systematic approach. The Commission for Racial Equality
has produced guidance to help employers to be more rigorous
in their attempts at achieving racial equality. Their booklet,
Racial Equality Means Business: A Standard for Racial
Equality for Employers gives a step by step guide on how to
develop strategies and monitoring schemes. It also goes
further by showing how to monitor the impact of these
strategies in areas of policy and planning; selecting, develop-
ing, and retaining staff; communicating the corporate image,
corporate citizenship, and auditing for racial equality.12 There
is a strong case for the commission's standard to be made
mandatory across the whole NHS and in every medical
school. This should be centrally coordinated so data across

the NHS could be made available. It could produce informa-
tion on applications, shortlisting, and success rates at
interview for all groups who are discriminated against and
tie these to a process of audit and development. It could
identify where change is necessary nationally and locally.
Audit can yield dividends. McManus et al have used the

ethnic monitoring data from university admission forms to
identify areas where change could make medical school
selection fairer. Similarly, the working party set up after the
examination failures in Manchester has called for more
structured marking in clinical examinations to cut down the
opportunities for discrimination.6
The discrimination which is evident in medicine means that

good students are denied places at medical school and good
doctors denied their chosen careers. If we do not choose
the best person for the job because of his or her ethnic
background then the practice of medicine suffers from the
wasted potential as much as the individual. The image of
medicine in the eyes of patients is also damaged. From
April this year the NHS is to undertake mandatory ethnic
monitoring of all patients to increase equity of care, but we are
unlikely to produce an equitable NHS for patients ifwe do not
have the will to produce it for doctors.
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Analgesic headache

A common, treatable condition that deserves more attention

"Do no harm" is the first commandment for clinicians, but
effective drug treatment cannot be given without exposing
patients to the risk of side effects. One side effect quite often
observed in the treatment of headache is rarely seen in other
conditions: the treatment may aggravate the symptom for
which it has been given. Ergotamine, narcotics, and even mild
analgesics may all aggravate tension headache and migraine
when taken daily.' 2
Ergotamine has a relatively short half life in plasma but a

longlasting effect on arteries,3 and its frequent use may
induce almost permanent vasoconstriction.4 Headache
induced by ergotamine is oftwo types.5 One type is associated
with daily use of ergotamine and is present almost constantly
but fluctuates in intensity and characteristics: sometimes it
fulfils the criteria for migraine, but at other times it does not.
The second type is associated with sudden discontinuation of
daily ergotamine, and this may cause a severe and protracted
attack of migraine. Vasodilatory counteracting mechanisms
that develop during chronic use of ergotamine are left
unopposed when the drug is withdrawn, and this may explain

the ergotamine withdrawal headache. The only effective
treatment is to start ergotamine again, so the patient is caught
in a vicious circle of use and abstinence from the drug.
Admission to hospital may be needed to break this pattern.

Sumatriptan, the specific remedy against migraine that was
introduced recently, may theoretically cause the same
problems. Treatment with sumatriptan has been shown to
ameliorate ergotamine withdrawal headache.6 In most
migraine centres a few patients have been found to be
misusing sumatriptan,7 but the drug seems only rarely to
aggravate headache or migraine in people who are not already
misusing another drug. The pharmacological differences
between ergotamine and sumatriptan probably explain why
sumatriptan rarely causes drug induced headache and why
stopping overconsumption is relatively easy.

In Denmark narcotics have been widely used for migraine.
As a result, each year, an estimated 13 people per million have
become dependent on these drugs after taking them for
migraine.8 Recently the problem has been brought under
control by education of the profession. Centrally acting
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